Maternal infection during pregnancy increases the risk for neurodevelopmental disorders in offspring. Rodent models have played a critical role in establishing maternal immune activation (MIA) as a causal factor for altered brain and behavioral development in offspring. We recently extended these findings to a species more closely related to humans by demonstrating that rhesus monkeys (Macaca mulatta) prenatally exposed to MIA also develop abnormal behaviors. Here, for the first time, we present initial evidence of underlying brain pathology in this novel nonhuman primate MIA model. Pregnant rhesus monkeys were injected with a modified form of the viral mimic polyI:C (poly ICLC) or saline at the end of the first trimester. Brain tissue was collected from the offspring at 3.5 years and blocks of dorsolateral prefrontal cortex (BA46) were used to analyze neuronal dendritic morphology and spine density using the Golgi-Cox impregnation method. For each case, 10 layer III pyramidal cells were traced in their entirety, including all apical, oblique and basal dendrites, and their spines. We further analyzed somal size and apical dendrite trunk morphology in 30 cells per case over a 30 lm section located 100 ± 10 lm from the soma.
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Compared to controls, apical dendrites of MIA-treated offspring were smaller in diameter and exhibited a greater number of oblique dendrites. These data provide the first evidence that prenatal exposure to MIA alters dendritic morphology in a nonhuman primate MIA model, which may have profound implications for revealing the underlying neuropathology of neurodevelopmental disorders related to maternal infection.
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Introduction
Exposure to infection during pregnancy increases the risk of offspring developing neuropsychiatric disorders such as autism spectrum disorder (ASD) and schizophrenia (Abdallah et al., 2012; Atladóttir et al., 2012 Atladóttir et al., , 2010 Brown et al., 2004; Lee et al., 2014; Mednick et al., 1988; Sørensen et al., 2009) . The diversity of infections associated with altered neurodevelopment suggests that the mother's immune response, rather than a specific pathogen, underlies changes in fetal brain development. In support of this, maternal immune activation (MIA) in pregnant rodents yields offspring with behavioral abnormalities and brain pathology that parallel features of human neurodevelopmental disorders (Patterson, 2009) . Aberrant development of rodent offspring can be induced by exposing the pregnant dam to influenza (Fatemi et al., 2008; Shi et al., 2003) , the bacterial endotoxin lipopolysaccharide (LPS) (Baharnoori et al., 2009; Fortier et al., 2007) or the double stranded RNA viral mimic polyinosinic:polycytidylic acid (polyI:C) (Malkova et al., 2012; Piontkewitz et al., 2012; Shi et al., 2003; Zuckerman and Weiner, 2005, 2003) .
Rhesus monkey (Macaca mulatta) models of human disorders provide an intermediate step between rodent models and clinical populations given the higher level of homology between humans and nonhuman primates in behavior, anatomy, and physiology (Watson and Platt, 2012 
